It is all too easy to ascribe an otherwise unexplained death to amniotic embolism: therefore, if the true incidence of this condition as a cause of maternal death is to be assessed accurately, it is essential to produce reasonably certain evidence that embolism has occurred. An absolute diagnosis depends on histological evidence of a significant amount of particulate matter of feetal origin in the maternal pulmonary vessels. This may consist of: (1) Faetal squames, which can be confused with endothelial cells shed from the maternal vessels themselves; moreover, epithelial cells from the foetal skin stain weakly with the standard himatoxylin and eosin mixtures and can be missed: they are best identified by the alcian green-phloxine stain of Attwood (1958) which colours foetal squames red and mucin greenish-blue. (2) Fatglobules of fat representing vernix caseosa are best demonstrated by a stain specific for fat. (3) Meconiumthe presence of meconium in the maternal vessels can be best recognized by using a stain for mucin. In cases of amniotic fluid infusion, the maternal vessels may also contain fibrin emboli (recognized by using the acid picro-Mallory stain). The presence of the fibrin emboli is a consequence of the associated state of blood coagulation failure.
A presumptive diagnosis of amniotic fluid embolism is justified by the following clinical observations: (1) The sudden collapse of a patient at some time after a break in continuity of the membranes (usually during labour). This collapse is characterized by the signs of pulmonary embolism and is associated with dyspncea, cyanosis (both central and peripheral) and occasionally pain (diaphragmatic or sternal); the clinical signs correspond to the picture of microemboli not the massive type of pulmonary embolism. (2) If the patient does not die immediately from shock, blood coagulation failure generally supervenes and should be looked for particularly (before or after death) in all cases in which amniotic fluid embolism is suspected.
(3) Blood coagulation failure may be the first evidence that an infusion of liquor amnii has occurred, there having been no dramatic clinical effects at the time of the infusion. In such cases the failure is unlikely to become manifest until delivery is complete. The number of vaginal deliveries in women who had previously been submitted to lower segment section was 2,170. The scar ruptured during labour on 30 occasions (I P4 %). In no instance did a scar rupture before the onset of labour. Simple dehiscence was noted on 6 occasions in the course of 1,628 repeat operations. No mother died; there were 6 perinatal deaths. Pregnancy and vaginal delivery are obviously safe in a woman who has been delivered through the lower segment. There is no support for the precept 'once a section always a section'-
The outlook in respect of classical section is quite different. Only 79 women who had had this operation were submitted to vaginal delivery and the scar ruptured during labour in 5 (64 4%). In addition 8 ruptured during the second half of pregnancy. One mother and 7 babies died. A classical scar is clearly a serious hazard particularly as it is likely to rupture during pregnancy.
This likelihood presents a problem in antenatal care.
The cases of traumatic rupture fall into two groups: iatrogenic and spontaneous. The former, 4 and larger, group is due to obstetric intervention, the latter to natural forces (Table 1) . A striking feature is that only 4 (4 %) were primigravidc. In 2 the uterus was ruptured with forceps and in one with oxytocin. In the fourth case the cause was not apparent. Primigravidee have a considerable immunity to rupture. More than one half of the total number were grand multiparm indicating that the higher the parity the greater the risk.
The main iatrogenic factors were internal version, oxytocin infusion and forceful delivery through the incompletely dilated cervix.
Rupture was associated with shoulder presentation on 25 occasions and all but 4 resulted from internal version. This clearly exemplifies the paradox of the obstetrician, fearful of what in practice is the unlikely event of spontaneous rupture, causing the catastrophe he seeks to prevent. It is well to emphasize that the doctor represents the greatest risk to a mother with shoulder presentation. Except in the case of a second twin internal version should be abandoned.
Oxytocin infusion resulted in rupture in 13 cases. Eight were grand multiparne. Significantly, the only primigravida had the additional feature of gross disproportion due to hydrocephalus. The use of oxytocin entails a calculated risk. This is very small in primigravidae in whom, for the purpose of inducing labour, oxytocin is correspondingly ineffective. In multigravidae oxytocin is more effective but proportionately more dangerous. Oxytocin is related also to amniotic fluid infusion and to sudden foetal distress which may be undetected when the membranes are intact. Impressed by the ineffectiveness of oxytocin induction in primigravidce and its dangers in multigravidc, I favour surgical induction. For the purpose of accelerating labour, oxytocin is effective and, because uncomplicated prolonged labour is almost confined to primigravidee, it is also safe. It is in prolonged labour that the value of oxytocin is seen.
Forceful delivery through the incompletely dilated cervix resulted in rupture in three well defined circumstancesthe relatively large aftercoming head in the premature breech presentation, the relatively large rigid shoulders of the anencephalic foetus and the untimely application of forceps.
Almost all cases of 'spontaneous' rupture were either due to disproportion or occurred without an obvious reason: a few were associated with placenta previa. In every instance the disproportion was of foetal origin. Rupture resulted from disproportion on 23 occasions: ten were examples of simple cephalopelvic disproportion, 6 of hydrocephalus, 4 of shoulder and 3 of brow presentation; only one was a primigravida, the case of hydrocephalus to which oxytocin was administered. The most dangerous type of disproportion occurs in multigravidla and is due to fcetal causes which are overlooked. Contracted pelvis in a primigravida hardly ever results in rupture.
In 15 cases of rupture the cause was not apparent: ten were grand multiparm and only one was a primigravida. Most cases presented with collapse after the spontaneous delivery of a living infant. This group indicates that high parity alone may result in rupture.
Rupture occurred in 5 cases of placenta prnvia.
Two were subjected to internal version and another to oxytocin infusion. The vascularity of the lower segment predisposes to rupture in placenta prxvia. In the presence of one factor which predisposes to rupture another should not be introduced.
Fifteen mothers died from traumatic rupture (15 %). The fatal issue was determined by delay in diagnosis in at least 9 cases; prevention and early diagnosis depend on an awareness of the circumstances in which rupture may occur. (1963) reported 17 deaths due to inhalation of stomach contents in a total of 30 maternal deaths associated with aneesthesia for the years 1958-60: eleven of these patients developed Mendelson's syndrome. As long as it is considered necessary to carry out emergency obstetric procedures and operations under general anxsthesia, the occurrence of a number of cases of aspiration pneumonitis must be a risk recognized by aneesthetists and obstetricians; even the non-emergency obstetric patient is not exempt. Two cases of aspiration pneumonitis have occurred in our hospital within the last year (McCormick, in preparation): both had acute respiratory distress and failed to regain their normal conscious state
